expression in fetal and neonatal mice was examined. Fetal mouse tissues were collected at distinct stages from timed pregnancies. Following extraction of total RNA, onset of gene expression was evaluated via reverse transcription-polymerase chain reaction (RT-PCR) and Southern hybridization was employed for verification. Expression of PRL-R mRNA was first observed on day 14 in the liver and cranium and on day 15 in the kidney, lung and thymus gland. Pituitary and adrenal glands were positive for PRL-R at day 18 of gestation through to day 1 of postnatal life. Neither whole fetuses prior to day 14 (days 10\p=n-\13) of gestation nor skin and bladder tissues from 2-day-old mice generated detectable RT (1) . Prolactin is best known for stimulating the development of mammary glands and lactation (2) . However, this protein is also known to be involved in the regulation of other physiological functions (3) , including reproduction, water and salt balance (4) , metabolism, behavior (5) and, according to more recent data, immunoregulation (6) .
The PRL receptor (PRL-R) belongs to the hematopoietin cytokine receptor superfamily (7) Whole fetuses from day 10 of gestation were negative for PRL-R mRNA when all remnants of the placenta were removed (Fig. 1) 15 and for all ages evaluated (fetal day 15 through to postnatal day 1; Fig. 3 ).
In the thymus gland, the mRNA for PRL-R was expressed as early as day 15 of fetal life (Fig. 3) (Fig. 3) . The intensity of the PCR bands was confirmed in the Southern analysis (Fig. 3) (15) . In addition, differences in PRL-R mRNA expression were not observed between male and female fetal tissues. Similarly, no differences in liver GH receptor mRNA expression (using northern blot analysis) have been noted between sexes in neonatal or adult rats (16) . (22, 23) . Early expression of this receptor in lymphoid tissues (thymus and spleen) has also been evidenced in 5-6-month-old (mid-gestation) fetal bovines (24) .
The presence of PRL-R mRNA in mouse liver tissues throughout the latter half of gestation is concordant with recent studies in the fetal rat (14) . Growth hormone induces liver PRL-R in the mouse (25) and PRL-R mRNA is up-regulated in rat liver following treatment with GH (26) . The levels of plasma GH continually increase until birth in rats (27, 28) (44) , of which the most prominent action is stimulation of ion/saccharide/amino acid transport and islet cell insulin secretion (45, 46) . The PRL-R and receptor mRNA have been visualized in rabbit stomach (47) and rat digestive tissues (48) .
The (49) . The opposite is also true; disturbance of the immune system early in development (athymic nude mice; neonatally thymectomized mice) has been shown to alter greatly the functioning of the adult neuroendocrine system (50) . Therefore, the onset of PRL-R message expression in various organ systems in mice suggests that PRL is among factors necessary to coordinate developmental activities.
